RECENT work has provided evidence in favour of the supposition that tumours contain, and therefore probably release into circulation, a substance capable of depressing liver catalase activity. Nakahara and Fukuoka (1949) 
precipitated fractions obtained from human tumours. Similar fractions from normal tissue were stated to be inactive. Adams (1950a) commenced a study of the effect of the injection of homogenized mouse tumours into mice, and showed that after an early (24 and 48 hours) depression, the hver catalase level returned to normal approximately 4 days after injection, and feR once more as the new tumour grew. The results were interpreted as indicating that the initial depression is due to some substance or substances present in the, injected material, the second depression only being due to the new tumour. Injection of homogenized normal tissues had no effect on catalase level.
Appleman, Skavinski and Stein (I950), in the course of an investigation of the variations in erythrocyte, kidney, and liver catalase activity in rats bearing the Jensen sarcoma or the U.C.L.A. fibrosarcoma, found that normal rats kept on a protein-free diet showed a drop in liver catalase activity to approximately 50 per cent of normal within 7 to 10 days from the time thev were placed on the diet and this low level wa-s maintained for 53 davs or longer. Two to three days after these animals had retumed to a normal diet the liver catalase activity returned to normal. These authors consider (Adams, 1950a (Adams, 1950a 3 in which the abscesses were healed had high levels and 3 in which they were still discharging pus had low levels of catalase activity. In Fig. 3 They indicate that the reduction in liver catalase activity produced by pure, line mouse tumours which do not grow' in the stra-in used lies between that produced by rat and human tumours (which had no effect) on the one hand, and by mouse tumours which do grow, on the other. The average depression of catalase 48 hours after injection given by the non-growing mouse tumours is approximately half of that given bv the tumours which are capable of growth. The evidence so far presented in this and the previous paper (Adams, 1950a) (Begg and Reynolds, 1950; Adams, 1950b 
